Leucocyte migration inhibition by heart extract and mitochondria can be shown in patients with myocardial infarction and angina. The active constituent of the heart extract in the nmgration test resides in the mitochondrial fraction. Migration inhibition by mitochondria is also seen in postoperative patients and subjects with a variety of autoimmune diseases, and seems to be a sensitive index of tissue damage. Possible uses of this test in differential diagnosis are discussed.
A variety of tissue damaging situations can be associated with cellular sensitization; cellular reactions to thyroid microsomes are seen in Hashimoto's disease (Wartenberg et al., I973a) , to intrinsic factor in pernicious anaemia (Rose et al., 1970) , and glomerular basement membrane in glomerulonephritis (Macanovic, Evans, and Peters, I972) .
Earlier studies have directed attention to the serological reaction following tissue damage, as for example in carbon tetrachloride induced liver poisoning, where mitochondrial antibodies appear transiently (Weir, I96I) . Similarly, autoantibodies to heart have been described in patients after myocardial infarction or cardiotomy (Van der Geld, I964). One of the authors with a past history of viral myocarditis was particularly interested to see whether&cellular sensitization also occurred in this situation. Previous attempts to induce lymphocyte transformation with heart extract in patients with Dressler's syndrome were unsuccessful (Lawrence and Wright, I972), and we decidedtoemploy another test thought to reflect delayed hypersensitivity, the leucocyte migration test. Preliminary experiments with this test using heart extracts suggested that positive results might be obtained with this system, and the present study was disorders (Brostoff, I970; Wartenberg et al., 1973b) , the patients were also tested with mitochondrial preparations. This was done to test the possibility that the response to mitochondria represented a reaction to tissue damage alone. One of the control subjects giving significant inhibition with heart extract (67%) was the author with a previous history of myocarditis. In view of the subsequent findings it is interesting that this subject showed inhibition with heart extract but not with mitochondria. (P<o-ooo5) . As with the heart extract, patients with angina pectoris also showed significant inhibition of migration with mit%hondria (50%, 54%, 60%). It is interesting that with this antigen all three of the patients gave positive tests, even the one who showed no inhibition with heart extract. Again there was no significant correlation between the extent of the inhibition and the time Leucocyte migration with fractionated rat heart extract The fractions of rat heart extract were tested in patients with myocardial infarction in parallel with whole heart extract and liver mitochondria ( Discussion All patients tested after myocardial infarction showed leucocyte migration inhibition with extracts of rat cardiac muscle, though none produced significant titres of antibodies against myocardium or showed evidence of organ specific autoantibodies. It was of interest that inhibition was found in the same patients using liver mitochondrial antigen. This in vitro response is long lasting, and significant inhibition may still be seen 2 years after infarction.
Subjects and methods Patients
With fractionation of the heart extract by centrifugation, maximum activity in the migration system was found to reside in the mitochondrial fraction. The indication therefore is that the activity of the heart extract and mitochondria may well reflect a single antigen fraction, namely the mitochondria. However, until further studies of fractionation are carried out, the possibility remains that other components of cardiac muscle may be active in the migration system. There were two subjects who showed inhibition with heart extract and not with mitochondria, pointing therefore to this possibility.
In general the reactivity is seemingly related to tissue damage or injury since patients as early as 4 days after operation develop striking inhibition of migration with mitochondria and not with heart extract. Mitochondrial reactivity is not restricted to tissue damage of this sort: patients with a variety of autoimmune diseases also show significant inhibition of migration with similar preparations (Brostoff, I970; Wartenberg et al., I973b) .
Comparable findings to these have been described in guinea-pigs (Weir and Suckling, 197I) 
